neurons. 
Modulation of CIVDS-RE by Neural Activity
We next tested whether CIVDS-RE can be modulated by the amplitude or duration of depolarization. Surprisingly, both and R end/exo remained constant over a wide range of durations or amplitudes of depolarization ( Figure 3A ). On the other hand, the total endocytosis (Endo total ), defined as C m decline 10 s after termination of the depolarization step, was strictly dependent on exocytosis, suggesting a linear coupling between exocytosis and endocytosis in Ca Figure 6A ; all of the endogenous PKA. On the other hand, activation of protein kinase C (PKC) by PMA (500 nM) or inhibition *p Ͻ 0.05). Consistently, our C m experiments showed that replacing extracellular Na ϩ with N-methyl-D-gluof PKC by staurosporine (SSP; 5 M) had no effect on the activity-dependent endocytosis ( Figure 5B ). There camine (NMG) had no effect on the CIVDS-coupled endocytosis and its activity dependence ( Figure 6C ). was no change in the of CIVDS-RE when PKA or PKC activity was manipulated ( Figure 5C . Third, it lular dialysis with AmphSH3 (100 g/ml) or a control peptide had no effect on the CIVDS-RE (data not shown).
does not require dynamin GTPase or clathrin-coated pits. To our knowledge, this is the first report demonstraTaken together, these results suggest that dynamin, 
